by the mast cells can lead to different symptoms.
These may range from mild flushing attacks to profound hypotension, dyspnoea and shock (Roberts et al. 1982 ). Histamine may be involved but prostaglandin D2 now seems the likely cause of severe symptoms (Kootte et al. 1983 ). Assays are available in a few centres for blood and urinary histamines and a urinary metabolite of prostaglandin D2
The control of symptoms has been attempted using H1 and H2 receptor antagonists, high-dose acetylsalicylic acid and disodium cromoglycate (Lindskov et al. 1984) . None is consistently effective. There are no reports on the prognostic value of radiotherapy or chemotherapy. It is therefore difficult to know how aggressive therapy should be, and whether this could possibly avert the fulminating disease which develops in some cases. It has been suggested that gallium scanning may be useful to evaluate the extent of the disease (Ensslen et al. 1983) . A further scan in a few years time may give information about progression of the mast cell load and its distribution.
Awareness of its many manifestations is essential for early diagnosis of systemic mastocytosis. This case illustrates two important points. First, the early symptoms may be vague and it may be hard to substantiate mastocytosis. Second, the onset of skin lesionsthough very helpful clinicallymay be delayed for many years and, indeed, may never appear. The definition of retroperitoneal structures by abdominal computed tomography (CT) depends on the presence of contrasting low-density fat (Isherwood & Forbes 1980) . This limits the usefulness of the technique in the wasted patient. We describe such a case, in whom the result was misleading.
References
Case report A 32-year-old white male textile dyer was referred in July 1984 because of 8-10 weeks myalgia, approximately 17 kg weight loss and intermittent central abdominal pain, vomiting and diarrhoea. He volunteered that he had used intravenous amphetamines regularly for 5 years but denied abuse of other drugs; questioning revealed that he had also engaged in homosexual practices during this time. He was wasted and anaemic; there was no fever, rash or lymphadenopathy. Blood pressure was 110/70mmHg, pulse 100/min and regular. There was no cardiac murmur. He had 8 cm smooth, slightly tender hepatomegaly but no splenomegaly. There was gross muscle wasting but no undue muscle tenderness; limb reflexes were preserved.
Investigations on admission revealed a normochromic normocytic anaemia (9.9 g/dl) and neutrophil leukocytosis (18 x 109/l). There was no eosinophilia. Serum urea was 15.3 mmol/l, creatinine 153 jimol/l, albumin 26 g/l and globulins 39 g/l. Serum alkaline phosphatase, aspartate transaminase and gamma-glutamyl transpeptidase concentrations were minimally raised but bilirubin normal. Chest X-ray, ECG and thyroid function were normal. Hepatitis B surface antigen (HBsAg), HBeAg and antibodies to hepatitis B core antigen were present in serum. Urine, sputum and blood cultures were sterile. Serum C3 and C4 concentrations were normal. Smooth muscle antibodies were present at a titre of 1:256; mitochondrial and antinuclear antibodies were absent.
During the subsequent week he developed progressive renal failure and had several episodes of pulmonary oedema responsive to diuretics. Echocardiography showed poor left ventricular function with ejection fraction 21%. Abdominal ultrasound scan showed normal liver density and It showed multiple hepatic low densities and apparent ill-defined retroperitoneal and pelvic soft tissue masses. Normal retroperitoneal structures could not be identified (Figure 1 ) and the appearances suggested disseminated malignancy. In view of these CT findings, plans for mesenteric and renal angiography were postponed and a percutaneous liver biopsy was performed. Histology was inconclusive. Ten days after admission, treatment with prednisolone, rifampicin and isoniazid was commenced. Three days later he developed generalized peritonitis. At laparotomy there was a small amount of free intraperitoneal blood but the liver biopsy site was intact. The liver and both kidneys were hard and studded with multiple infarcts and there was a right perinephric haematoma. Enlarged lymph nodes were present throughout the mesentery. There was gangrenous cholecystitis with necrotic perforation. The retroperitoneal space and pelvis were normal. Cholecystectomy was performed and biopsies taken at several sites. The patient's condition was stable during the immediate postoperative period, but he died 24 hours later.
Histological examination of the liver biopsy taken at laparatomy showed infarcts of differing age. There was no evidence ofhepatitis or cirrhosis.
Renal histology also revealed multiple infarcts, with aneurysms and thrombosis of interlobular and arcuate arteries. There was no glomerulo-_ L __is tructures and the appearance of bilateral homogeneous soft tissue masses nephritis. Mesenteric arteries had an inflammatory adventitial infiltrate. The gallbladder was necrotic. The findings were typical of polyarteritis nodosa (PAN).
Discussion
This case raises two main points of interest. The first concerns the informativeness of the imaging techniques used. Computerized tomographic scanning has proved valuable in imaging palpable intra-abdominal masses (Dixon et al. 1981) , although the definition of retroperitoneal and pelvic structures depends on the presence of low attenuation fat planes between viscera. Obliteration of these, planes is a feature of neoplastic infiltration (Isherwood & Forbes 1980) . In this patient severe depletion of fat gave rise to a similar appearance which, coupled with the finding of multiple low attenuation defects in the liver, suggested disseminated malignancy. The hepatic appearances proved to be due to infarcts secondary to arteritis. Abdominal CT and ultrasound are complementary (Stephens et al. 1977) and in this patient CT revealed abnormal liver density not evident on ultrasound, whereas ultrasound identified the perinephric haematoma. However, the misleading CT scan led to cancellation of mesenteric angiography which would probably have been diagnostic (Travers et al. 1979) .
The second point of interest relates to the possible aetiology of PAN. Since its description by Gocke et al. (1970) , an association between hepatitis B and PAN has been firmly established (Vertzman 1980) and it is known that one-quarter of patients with HBsAg positive PAN have no histological evidence of hepatitis or cirrhosis (Goddeau et al. 1977) . It is less well known that amphetamine abuse may also be associated with the occurrence of PAN-like vasculitis (Citron et al. 1970 , Rifkin 1977 , Bostwick 1981 . This association appears independent of HBsAg because although HBsAg might be expected in a high proportion of drug addicts, vasculitis indistinguishable from PAN can follow oral amphetamine abuse (Matick et al. 1983 ) and develop in animals given the drug under sterile conditions (Rumbaugh et al. 1971) . Whether HBsAg, amphetamines, or both, were important in the pathogenesis of this case remains unclear.
The diagnosis of PAN is often delayed (Traver et al. 1979) and should be considered early in the investigation of multisystem disease. This case demonstrates that during the investigation of a wasting illness such as PAN, abdominal CT scan appearances which alone suggest disseminated malignancy should be interpreted with caution.
